Objectives: To present a histopathological case of a 91-year-old woman who was diagnosed with superior semicircular canal dehiscence postmortem. 
| INTRODUCTION
Superior semicircular canal dehiscence syndrome was first described by Minor et al in 1998 . 1 Subsequent investigations demonstrated the syndrome consists of auditory symptoms, vestibular symptoms, or both. Auditory manifestations include autophony, aural fullness, hyperacusis, and an air-bone gap on audiometry. Vestibular symptoms include pressure-induced vertigo (Hennebert's sign), sound-induced vertigo (Tullio phenomenon), or chronic vertigo.
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| MATERIALS AND METHODS
The patient was a woman who died of unrelated causes at age 91.
She and eosin, and slides were examined by light microscopy.
3 | RESULTS
| Clinical presentation
The patient is a 91-year-old woman who developed progressive hearing loss beginning in her 60s, which progressed to profound bilateral hearing loss. Audiograms available from ages 85 and 91 years showed progressive bilateral high-frequency sensorineural hearing loss ( Figure 1 ). Tympanograms demonstrated a type A pattern, and acoustic reflexes were absent bilaterally.
The patient suffered from progressively worsening disequilibrium in her 80s, and eventually required a walker and a wheel chair. Her disequilibrium was attributed to a cerebrovascular accident that occurred in her 80s. Of note, the patient reported bilateral tinnitus, and self-reported sound-induced vertigo in the last 10 years of her life. Her past medical history was significant for coronary artery disease, hypertension, hypercholesterolemia, sleep apnea, depression, gastric ulcer, arthritis, and macular degeneration. Medications that the patient was taking regularly at the time of death were atenolol, losartan, hydrochlorothiazide, and warfarin.
Postmortem CT imaging performed prior to histologic preparation demonstrated bilateral superior semicircular dehiscence (Figure 2 ).
| Histopathology of left temporal bone
Horizontal sections were taken through the left temporal bone. As such, we were unable to adequately histologically assess for superior semicircular canal dehiscence. In horizontal sections taken at the arcu- In the present case, microcavitations of bone suggesting osteoclastic activity were seen at the left ear common crus but not adjacent to the right-sided superior canal dehiscence. The presence of microcavitations in the temporal bone is consistent with osteoclastic activity, which may play a role in the development of SCD. 3 There were also microdehiscences of the mastoid tegmen and over the geniculate ganglion in this case, which is consistent with the hypothesis that superior canal dehiscence may be secondary to failure of postnatal bone development. 2 The visual depiction of the exposed geniculate ganglion is also a reminder to surgeons that care must be taken with elevation of the dura anteriorly over the geniculate ganglion during middle fossa surgery. Of note, similar to this case, a previous histopathologic study of the temporal bone in a patient with superior canal dehiscence syndrome did not find any nearby osteoclastic activity, vestibular hair cell loss or hydrops.
